Small-bowel obstruction after blunt trauma
In their review of unusual causes of small-bowel obstruction (July 2000 JRSM, pp. 365±367) the Royal Free workers do not mention blunt abdominal injury, the sequelae of which pose a considerable diagnostic challenge 1 . In the absence of peritonism or hypovolaemia a patient with blunt abdominal trauma will usually be managed non-operatively. However, ample evidence exists to suggest that signi®cant injuries may be sustained despite a paucity of clinical signs. There may be localized bowel ischaemia, subclinical small-bowel perforation or haemorrhagic mucosal infarction. Subsequent healing by ®brosis results in cicatricial stenosis and secondary small-bowel obstruction. Individuals characteristically return with intermittent abdominal pain and vomiting some 4±8 weeks after initial injury. A smallbowel contrast study is the investigation of choice. Laparotomy and resection of the stenosed segment with primary anastomosis is the recommended intervention. Subsequent histopathology may reveal features similar to those associated with in¯ammatory bowel diseases which, when combined with the inability of imaging modalities to differentiate clearly between regional enteritis (posttraumatic) and Crohn's disease, can lead to diagnostic confusion. The presence of haemosiderin-laden macrophages and fat necrosis in the resected specimen is an essential clue to the traumatic origin of the disorder 2 . Patients with apparently minor injuries managed nonoperatively (and without the need for diagnostic peritoneal lavage), presenting weeks later with non-speci®c symptoms, have sometimes been labelled as having a form of compensation neurosis before the true diagnosis emerged from a protracted series of investigations. Where there is a history of blunt abdominal trauma, this should be considered a possible cause of small-bowel obstruction. In their excellent review Lohn and colleagues omitted an under-recognized but important cause of small-bowel obstruction. Non-Meckel diverticulum of the small bowel (usually jejunum) is present in 2% of the population 1 and complications requiring surgery occur in up to 10% of these patients. Jejunal diverticulum may cause small-bowel obstruction from peridiverticular adhesions, volvulus, intussusception, and enterolith formation 2 . In the last, stasis causes an accumulation of bile with overgrowth of anaerobic bacteriaÐpromoted by the presence of debris and jejunal dyskinesia. Micro-organic deconjugation of glycine and taurine from the bile salts as well as conversion of cholic acid to insoluble deoxycholic acid results in precipitation 3 . Cholic acid enteroliths may then dislodge from the diverticulum and cause small-bowel obstruction. These enteroliths may be treated simply by manual crushing (without an enterotomy) and milking the fragments distally. Many authors have emphasized the dif®culty in recognizing small-bowel diverticula and have reported cases in which a missed diagnosis resulted in the need for relaparotomy 4 . Peroperative air insuf¯ation via a small-gauge needle into isolated segments of bowel can be successful in demonstrating the more obscure diverticula. 
Grand mal in hypotension
In objecting to the term grand mal for an anoxic seizure Dr Stephenson (May 2000 JRSM, p. 276) is surely making life unnecessarily dif®cult. An`epileptic' seizure is a certain kind of attack. This is a descriptive term. One variety is grand mal, now known as a generalized tonic±clonic convulsion. Describing it as epileptic is no more controversial than calling it a convulsion. There are many causes for such attacks, including cerebral trauma, infarction or haemorrhage, meningitis, metabolic disorders, drugs, and cerebral ischaemia or anoxia. Dr Stephenson wants to draw a distinction between an epileptic seizure and an anoxic seizure but the simple fact is that anoxia is one of the causes of an epileptic attack. Where is the problem?
